INTRODUCTION
Previous investigations have demonstrated that female rats receiving a single dose of testosterone propionate (TP) shortly after birth develop permanent sterility; follicles fail to ovulate and corpora lutea do not develop (Bradbury, 1941 ; Segal & Johnson, 1959; Barraclough, 1961 ;  Martins, Ladosky & Velloso, 1961) . Permanent sterility was also observed in rats injected with oestradiol benzoate (OB) (Gorski, 1963) ; 19-nortestosterone (Jacobsohn, 1964) and progesterone (Hale, 1944; Takasugi, 1954) .
In male rats, however, evidence of irreversible sterility is not so clear-cut. Swanson & van der Werff ten Bosch (1964) observed that a single dose of TP (0·5 mg) injected on the 5th day after birth inhibited body growth and testicular development but not spermatogenesis in rats at 120 days of age. Johnson & Witschi (1963) confirmed these results in animals at the 60th day. Maqueo & Kind (1964) observed normal testicular maturation at Days 44 to 55 in rats also treated with TP on the 5th day after birth. A dose-response relationship was also observed for inhibition of testicular development, but not for impair¬ ment of spermatogenesis (Kind, Folch Pi, Maqueo, Lasso, Oriol & Dorfman, 1965) . On the other hand, Mayer & Thevenot-Duluc (1962) (Harris & Levine, 1962; Kind, Folch Pi & Lasso, 1963; Maqueo & Kind, 1964) . Since these data are in conflict with the reports of recovery of spermatogenesis after TP injection, the present work was undertaken to study the possibility of testicular recovery after OB treatment in rats killed at a later stage than 60 days after birth. The effect of injections of oestrogen was compared with that of testosterone and certain testosterone derivatives.
Preliminary data were reported at the meeting of the Brazilian Association for the Advancement of Science (Ladosky & Kesikowski, 1965 (Table 2) , and was closely related to adrenal hypoplasia, possibly due to a general inhibition of the hypothalamic-hypophysial axis. The fact that the weights of the seminal vesicles were not significantly different from those of the controls might be explained either by the fact that the animals were still pre-puberal or because the icsH-releasing mechanism was not really disturbed by the steroids injected at the day of birth. The first hypothesis seems the more likely, since the seminal vesicles of rats killed at 90 days after birth were severely depressed in all groups but the OB-injected group. Fig. F Fig. B ), germ-cell maturation developed to the spermatid stage and a few spermatozoa were also found in the tubules as well as in the epididymis, but only three out of six rats were fertile. Leydig cells were mature. In the MHA-treated group (PL 2, Fig. C ), a few tubules showed germ-cell development up to early maturation, but no spermatozoa were found in the tubules or epididymis and the rats were sterile. In the MA-treated group (PL 2, Fig. D) , spermatocytes had only developed to pachytene and the animals were sterile. No spermatozoa were found in the epididymis. Leydig cells showed the final differentiation from the immature phase. In CTA-treated rats (PL 2, Fig. E (Bradbury, 1941; Segal & Johnson, 1959; Barraclough, 1961 ; Martins et al., 1961 ; Swanson & van Bosch, 1964; Jacobsohn, 1964) in whom the impairment of icsh is known to be more consistent and long-lasting than that of fsh. However, as ovulation is more dependent on lh liberation by the hypo¬ physis than is spermatogenesis, the decreased liberation of this gonadotrophin is more dramatically observed in the former than in the latter sex.
The male neonatal hypothalamus may be less sensitive to testosterone than the female. If so, this may be due to the fact that the male hypothalamus is already differentiated at birth and refractory to steroids, or to the fact that steroids act like some endogenous substance as an organizer of sexual centres in the brain, thereby reinforcing masculine differentiation. Harris & Levine (1962) suggested that the male hypothalamus is already organized at birth since they could not modify its pattern of gonadotrophin liberation with neonatal injections of testosterone or oestrogen; but, since castration of newborn males (Pfeiffer, 1936; Harris, 1964; Ladosky, 1964) (Hale, 1944; Takasugi, 1952; Ladosky, 1967) .
Substances with hydroxylated C3 (MA and OB) are more powerful than the oxygenated compounds in their action on the delay of testicular growth and maturation of spermatozoa (Table 2 ). Since MA, the most potent inhibiting drug used in this study, also has an oxygenated Ci7 unlike all the others, it seems likely that the combination C3-OH plus C17 = 0 gives the greatest activity. Double-bonding and its position in the A ring does not seem to inter¬ fere with testicular inhibition. MA and CTA, respectively the stronger and the weaker inhibitors, are both 4 steroids. MHA is as potent as CTA in spite of having two double bonds ( 1, 4).
In females, the authors have observed a difference in anabolic and androgenic activity (Jacobsohn, 1964) . CTA, in spite of having the same structure as TP with an extra chloride at C4, has the same anabolic but a milder androgenic action. The imprinting action on the brain may, therefore, depend not on the molecule as a whole but on the radicals responsible for androgenic activity, allowing for the fact that the steroids used were in a dose range insufficient to produce androgenic activity.
